strated preserved villous architecture with prominent lymphocytic infiltrate. A 1-month follow-up esophagogastroduodenoscopy noted mild improvement, with jumbo forceps biopsies demonstrating prominent lymphoid follicles and negative immunostaining once again. The patient was referred to the university hospital for endoscopic ultrasound. Endoscopic evaluation showed edematous, erythematous, and friable mucosa throughout the stomach. The stomach distended normally with insufflation. The duodenum had a "scalloped" appearance suspicious for celiac disease. Sonographic imaging revealed diffuse wall thickening of the distal body and antrum of the stomach, which was free of folds (• " Fig. 4 ). The gastric wall measured up to 9 mm. Duo-denal biopsies showed villous blunting, crypt hyperplasia, and increase in intraepithelial lymphocytes in the lamina propria, suspicious for celiac disease. Gastric biopsies demonstrated a dense infiltrate of lymphocytes in the lamina propria consistent with lymphocytic gastritis. The histology showed no evidence of H. pylori or lymphoma. The patient's antiendomysial and antigliadin antibodies were negative, but she had a low-normal quantitative IgA level and she was HLA-DQ8 positive. Lymphocytic gastritis is defined as > 25 lymphocytes for every 100 epithelial cells in the gastric mucosa. The incidence of this disease in the setting of celiac disease has been widely debated and has been estimated to be as high as 46 %. However, most data about the incidence of lymphocytic gastritis in celiac disease come from retrospective studies, which tend to overestimate the incidence. A prospective study showed the incidence of lymphocytic gastritis in celiac disease to be 3 % [1] . Endoscopic findings of lymphocytic gastritis are quite variable; historically the findings of thick mucosal folds, nodularity, and aphthous erosions have been termed varioliform gastritis. However, many patients may present with normal endoscopies. In addition to celiac disease, lymphocytic gastritis is associated with H. pylori, Crohn's disease, human immunodeficiency virus, inflammatory polyps, lymphoma, and esophageal carcinoma, and it can be idiopathic in up to 18 % of patients [2] . Theories about the exact pathophysiology of lymphocytic gastritis in celiac disease include a luminal response to an intolerable antigen (gliadin), an autoimmune phenomenon associated with celiac disease, and a contiguous spread of inflammation from the duodenum [3] . One study found a predominance of a monoclonal T-cell population throughout the gastric, duodenal, and colonic mucosa in patients with refractory celiac sprue, suggesting a dissemination of T cells from the duodenum into proximal and distal sites [3] . 
